Sir,-Graig (1964) observed that thiopentone 4.7mgkg~1 induced a time-dependent protective effect on suxamethoniuminduced myalgia, the protection having almost disappeared 5 min after the administration of the thiopentone.
Padova, Italy
Sir,-We would like to comment on several aspects of the recent paper by Khambatta, Stone and Matteo (1982) on pulmonary deadspace during induced hypotension with sodium nitroprusside. In the introduction they claim that this has not been studied previously, yet later in the paper they refer to precisely such measurements made in an earlier study . Their claim for priority is unjust. We reported VD/VT values before, during and after induced hypotension with sodium nitroprusside in 26 patients (14 breathing spontaneously and 12 artificially ventilated) anaesthetized with halothane. Our study showed a small, but statistically significant, increase (from 49% to 54%) in VD/VT in artificially ventilated patients when hypotension was induced. They have reported much lower values for VD/VT (33%) with no change when hypotension was induced in six artificially ventilated patients, also anaesthetized with halothane.
They suggest that our values for VD/VT were greater than theirs because our patients probably had pulmonary disease. That was not the case, and we would point out that our values are of the same order as those quoted elsewhere (Nunn, 1977) for supine patients anaesthetized with halothane and where no correction is made for apparatus deadspace. give no indication of whether they corrected for apparatus deadspace or for the compressible volume of the ventilator tubing. Further, they neglected to consider a number of factors that influence VD/ VT and which might explain some of the differences between the two studies.
First, their patients were younger and would be expected to have smaller VD/VT ratios (Cooper, 1967) . Second, they adjusted PacOj to lower values than ours, and this would be expected to produce lower ratios (Trimble et al., 1971) . They also adjusted ventilation by changing frequency, whereas all our patients were ventilated at the same frequency. As a last comment on this point, we do not feel that they have given enough consideration to the effects of the prone position in which their patients were studied. Little is known about the effects of this particular position during anaesthesia, but regional distribution of ventilation differs considerably between supine and prone positions in conscious subjects (Corteseetal., 1976). Their conclusions can only be relevant to the prone position.
With regard to any possible change in VD/ VT on induction of hypotension, we would accept that their policy of fluid loading would prevent any alteration resulting from changes in cardiac output or, perhaps more relevantly, pulmonary artery pressure. However, they do not consider the direct relaxant effect of sodium nitroprusside on tracheobronchial muscle (Kreye et al., 1975) , which would lead to an increase in VD/ VT, «maiming that some bronchial tone were present. 
